We report a patient who developed reversible posterior leukoencephalopathy syndrome (RPLS) in puerperium without preeclampsia-eclampsia or chronic hypertension. The womansuddenly complained of visual loss and headache 10 days after delivery caused by edematous lesions mainly distributed in the bilateral occipital lobe.
Introduction
Reversible posterior leukoencephalopathy syndrome (RPLS), termed by Hinchey et al (1) , has a unique neuroradiological finding of vasogenic edema in the brain and clinical symptoms including headache, altered mental function, seizure, and visual disturbance. Edema is predominant in the posterior portions of the white matter (1) . Recent studies have also documented prevalent extension of edema into the brainstem and basal ganglia (2, 3) . Hypertensive encephalopathy is the well-known cause (4) , and renal decompensation, fluid retention, and the use of immunosuppressive drugs are other commonetiologies (1) . For pregnant and immediate postpartum women, eclampsia or preeclampsia is an important cause of RPLS. Preeclampsia is diagnosed on the basis of hypertension and proteinuria; edema has been removed in recent classifications as a defining sign of preeclampsia (5). Eclampsia additionally shows seizure. These disorders have been believed to share similar pathophysiologic mechanisms with hypertensive encephalopathy (1, 6 She was also normotensive during her hospitalization from the day of delivery to the 6th postpartum day. Ten days after the delivery (day 1), she had a headache in the morning, and when she woke up from a midday nap, she could not see anything. Her blood pressure was 152/104 mmHg then. She was admitted to our cerebrovascular center immediately. On arrival, she was alert and oriented. She barely distinguished brightness, and she could not distinguish any objects. She did not have any other neurological deficits. Her blood pressure was 220/90 mmHg, pulse rate was 66 bpm and regular, and her body temperature 37.0°C. She did not 2) . The apparent diffusion coefficient (ADC) in the lesions amounted to much higher value (2.27x10 3 mm2/s) than that of normal parenchymal tissue (1.72xlO~3 mm2/s), suggesting vasogenic edema (Fig. 3) . To prevent progression of edema, we added pulse therapy by drip intravenous infusion of methylprednisolone for three days, followed by oral prednisolone use. On the following day (day 3), she distinguished counting fingers, features, and large letters. By day 7, her visual function returned to normal. MRI-documented lesions shrunk on day 7 and disappeared on day 17 (Fig. 3) . ADC values in the lesions were normal on days 7 (1.75xl0~3 mmVs) and 17 (1.36x 10"3 Discussion This is the first report on RPLS in puerperium without history of preeclampsia-eclampsia or other triggers including chronic hypertension, renal decompensation, fluid retention, and the use of immunosuppressive drugs. An abrupt and severe increase in blood pressure, usually above the limit of diastolic pressure >130 mmHg, is the leading mechanism of RPLS due to hypertensive encephalopathy (7, 8) . Blood pressure at the onset of RPLS in eclamptic women was reported to be around 150-190/90-110 mmHg, and was not so high compared with that for hypertensive encephalopathy (1, 9, 10). During preeclampsia-eclampsia, there is not sufficient time for an upper shift in the autoregulatory curve of cerebral blood flow. In such a circumstance, RPLS may occur during relatively acute but a quantitatively modest elevation of arterial pressure (1 1). An ultrasonographic study reported that, even under moderate elevation of systemic blood pressure, intracranial arterial blood flow velocities of preeclamptic/eclamptic women were pathologically increased (12). The present patient showed higher blood pressure on admission (152/104 to 220/90 mmHg) than usual, and it might augment progression of brain edema to some extent. The increase in blood pressure did not seem to result from the labor itself, because it was performed without vasoactive agents and without any troubles and the patient was normohypertensive at least for 6 days after the delivery.
In addition, endothelial dysfunction is considered to contribute to multiple-organ pathophysiology of preeclampsiaeclampsia (9, 13). Although pregnancy is associated with endovascular invasion of fetal trophoblast into maternal vessels and striking modifications of the spiral arteries that provide the blood supply to the placenta, these changes occur either very superficially or not at all in preeclampsia. The lack of normal changes in spiral arteries ends in abnormal placentation, placental ischemia, increase in circulating concentrations of numerous markers of endothelial activation including SVCAM-1, and alterations of endothelial function in multi-organ vessels (13).
Thus, for preeclamptic women, disturbance of the blood brain barrier due to endothelial dysfunction in cerebral vasculature seems to be as an essential cause of RPLS as high blood pressure.
As characteristic parameters in blood tests for RPLS in preeclampsia-eclampsia, abnormal red blood cell morphology and high levels of LDH were proposed (9). Regarding therapeutic strategies, in addition to the basic therapy using antihypertensives and hyperosmolar agents, pulse therapy using methylprednisolone might be effective (17), because soon after beginning this therapy the condition of the present patient took a favorable turn. Because the free radical scavenger, edaravone (formerly MCI-186), prevents ischemic injury of vascular endothelial cell cultures (18), we used the agent to prevent vasogenic edema due to endothelial dysfunction.
Further examinations seem to be needed for clinical evidence of usefulness of free radical scavengers for RPLS.
In conclusion, we successfully managed RPLS in a postpartum womanwithout preeclampsia-eclampsia.
We should remember that RPLS can develop in puerperium without preeclampsia-eclampsia or chronic hypertension. 
